SUMMARY Platelet releasing activity was found in sera fractionated by 30% ammonium sulphate in seven of 11 patients with systemic rheumatoid vasculitis, two of 16 patients with cutaneous rheumatoid vasculitis, and three of 18 patients with clinically uncomplicated rheumatoid arthritis. Serial studies in three patients suggest a key role of platelet activation by serum factors in the pathogenesis of systemic rheumatoid vasculitis. IgG rheumatoid factor or IgG containing immune complexes, or both, may be responsible for this platelet releasing activity.
Platelet activation has been observed in many vascular disorders probably secondary to preexisting vessel damage. In the vascular damage such as occurs in rheumatoid vasculitis (RV) it is possible that platelet activation may also occur as the initiating or primary event. The liberation of permeability factors could then result in enhanced vascular permeability favouring the deposition of circulating immune complexes which may provoke subsequent inflammatory events. The classic experiments of Kniker (Fig. 1) . To determine whether the fractionation process itself was creating non-specific platelet releasing activity (i.e. IgG clumping), 1 g/l monomeric IgG and various control sera were similarly fractionated but failed to cause significant platelet serotonin release.
It seven of 11 fractionated sera from patients with active severe RV (SRV) and in two of 16 patients with cutaneous rheumatoid vasculitis (MRV) significant platelet releasing activity (PRA) was shown (p<0 05, Mann-Whitney U test). All of six patients with past severe RV currently in remission (RVR) and nine of 10 control subjects (C) showed negligible serotonin releasing activity. Three of 18 patients with RA lacking clinical signs of RV had significant PRA in their fractionated sera (Fig. 2) . In three cases of RV tested serially fractionated serum from the active disease phase caused significant serotonin release, in contrast with the effect of fractionated serum taken after treatment and clinical remission (Fig. 3) . In the RA and RV categories PRA did not correlate significantly with platelet count, IgG RF (Fig. 4) , Rose-Waaler titre, erythrocyte sedimentation rate, or immune complex levels by the Clq binding assay (r values=-0-09, 0-18, 0-01, -0-18, 0-09 respectively). 
